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Effects of Serum from KD Patients on HUVEC viability and Expression of NF — kB and the Intervention of PDTC.
Feng, Qiu Huixian et al. Yuying Children's Hospital of Wenzhou Medical University, Zhejiang 325027, China

Xue Chaochao, Li

Abstract Objective To investigate the influence on the viability of human umbilical vein endothelial cell (HUVEC) and its ex-
pression of NF — kB stimulated by serum from Kawasaki disease (KD) patients, and discuss the possible pathogenesis of KD and its com-
plications. To observe the intervention effect of Pyrrolidine dithiocarbamate (PDTC) on the cell viability and the expression of NF — kB to
explore its mechanism and potential clinical value. Methods HUVECs were divided into 4 groups,and each group was given different in-
terfere respectively as following: Group N ( RPMI - 1640 medium + normal serum) ; Group K( RPMI - 1640 medium + KD serum) ;
Group G(RPMI - 1640 medium + KD serum + IVIG); Group P(RPMI - 1640 medium + KD serum + PDTC). The cells in each group
were cultured for 24 hours before cell viabilities were tested by MTT. The expressions of NF — kB p65SmRNA were measured by RT - PCR
and the expressions of the NF — kB p65 protein by Western blot. Results The cell growth in Group K was inhibited, and its viability was
significantly lower than that in Group N (P <0.05). The expressions of NF — kB p65SmRNA and NF - kB p65 protein in Group K were
both significantly higher than that in Group N ( P <0.05). The viabilities of cells in Group G and P both increased significantly than those
in Group K (P <0.05). The expressions of NF — kB p65mRNA and NF - kB p65 protein in Group G and P were all much lower than
those in Group K (P <0.05). Conclusion KD serum can make NF - kB signaling pathway excessive express and lead to cell - self le-

sion, which may play an important role on the pathogenesis of KD. PDTC can effectively inhibit NF — kB signaling pathway excessive ex-

pression and protect the cell, which indicates it has potential clinical value for KD.

Key words Kawasaki disease; NF — kB; HUVEC; PDTC
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